A regular dose of C increases WR. A second dose consumed shortly after produces a smaller but discernible adverse effect on WR adding up to a prolonged total effect. This finding has impoltant implications for arterial stiffening and the pulsatile load of the heart and may be involved in the pathogenesis of hypertension.
p= 0.044). There was no significant difference in baseline LVEF, LV clrcumferentlal fractIonal shortening, LV and diastolic diameter and left atrial size between H and N subjects at baseline.
SBP at the end of the follow-up was predicted independently by the initial SBP (beta=0.359; pcO.Ol), age (beta 0.01, p=O.O42) and LVMI (beta=0.165; p<O.Ol).
During the follow-up period, the subjects who subsequently developed HTN. experienced a significant increase in LVMI (from 97+/-25 g/m2 to 104 +/-26 g/m2; p=O.O39), and increase in aortic diameter (from 32 +/-4 mm to 36 +I-6 mm; pcO.01). The paired differences for all these parameters were significantly higher in the H group compared to the N group. H subjects had also higher variations in LV-E/A between the echo exams in the follow-up period when compared to the N group (coeff var 25% vs 12%; pcO.01).
Conclusions:
Increased LV mass and alterations in LV diastolic and systolic longitudinal function predict the onset of HT in normotensives with family history of HT. Increased variability in LV diastolic function seem to appear during the period of developing HT. Results: CEP occurred in 25 patients. Baseline NT-proBNP above the median value of 165 pg/ml was associated with higher incidence of CEP (16.7% vs 6.7%, P<O.O5).
Known cardiovascular disease (n=60) defined as diabetes (n=20), or history of either ischemic heart disease (n=26), cerebrovascular disease (n=l9), peripheral vascular disease (n=5) or chronic heart failure (n=2). was also associated with higher incidence of CEP (24.6% vs. 8.9%, P<O.Ol). NT-proBNP above the median value was not associated with higher incidence of CEP in this high-risk group (24.3% vs. 21 as a practical tool for risk stratification in hypertension.
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Genetic Analysis of Multiple Risk Factor Syndrome in Rats
Takehiro Watanabe, Yi-Qiang Liang. Hyoe Inomata, Kazuyuki Yanai, Yoko lizuka, Takanari Gotoda, Norihiro Kate, International Medical Center of Japan, Tokyo, Japan, Tokyo University, Tokyo, Japan Background: According to epidemiological studies, cardiovascular risk factors tend to cluster in certain individuals, which has been widely recognized as the multiple risk factor syndrome. To clarity pathophyslological mechanisms underlying the multiple risk factor syndrome, we performed extensive genetic analysis using a unique model organism, the spontaneously hypertensive rat (SHR).
Methods: We undertook genome-wide screens in 2 F2 cohorts independently produced from the Wistar-Kyoto rat and SHR of a Japanese colony (151 males in F2-1 and 175 males in F2-2). In addition to blood pressure. plasma lipid, glucose and insulin levels, and body weight, in vitro phenotypes associated with insulin resistance and fat pad weight were evaluated in F2-1, while part of F2-2 (n=32) were fed high-fat-high-cholesterol (HFHC) diet between 15 and 17 weeks of age.
Results: In the entire progeny, the most significant linkage to blood pressure was found near D3Mitl4 on rat chromosome 3 (maximal LOD score=5.0), where linkage to triglyceride levels was concomitantly observed. Also, suggestive linkage was observed for blood pressure and cholesterol levels on rat chromosome 19. Significant linkage to body weight was observed near DZMit5 on rat chromosome 2 (maximal LOD score=4.0 in FZ-2).
There was a suggestive evidence of linkage to in vitro phenotypes, i.e., glucose uptake and lipolysis measured in isolated adipocytes, in a region between D4Mghl7 and D4Mghll on rat chromosome 4. far distant from the Cd36 locus. In several chromosomal regions, statistical significance of lknkage was enhanced after HFHC diet. Methods: 146 obese children had echocardiograms. Diastolic function was assessed by TDI indices. TDI indices included the early and late peaks of mitral annular velocity at the septum (E-sep, A-sep) and lateral (E&t. A-lat) walls. LV mass, body mass index, and blood pressure were measured. These data were compared to normal controls. Results: The TDI indices for E waves (E-sep, E-lat) were lower than controls, and the Indices for A waves (A-sep, A-lat) were higher than controls (Figure) .
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